Translocation of the atrial septum to the left of the mitral valve is a congenital anomaly: the author has not found a similar case previously reported in the English literature. The curious anomaly described here was associated with deformed mitral and tricuspid valves, a posteroinferior atrial septal defect, a persistent left superior vena cava, a hypoplastic aorta, and a short innominate artery. The patient lived to a remarkable age.
CASE REPORT
No details are available of the antenatal history of the patient, an unmarried white Australian woman, who was born a 'blue baby'. 'Heart disease' or 'coronaries' were responsible for the deaths of her mother at the age of 73 years, her father at 67 years, and six of his siblings between the ages of 40 and 50 years. Since childhood she had had chronic bronchitis and was prone to infections. She worked hard as a dressmaker's machinist and had no cardiac symptoms until the age of 47 years, when she noticed palpitations, nocturnal breathlessness, syncopal attacks, dizziness, and coldness of the extremities of gradual onset. Within two years there were clinical and radiological signs of an enlarging heart (Fig. 1 Australia, 5041 sternal edge, and signs of consolidation at both lung bases. Initial investigations disclosed a leukoerythroblastic blood picture and a reticulocytosis of 5 O% without anaemia, and there was considerable elevation of the serum alkaline phosphatase and glutamicoxalacetic transaminase.
An electrocardiogram showed the mean axis in the frontal plane to be -136°and there was clockwise rotation in the horizontal plane. It satisfied Milnor's and Roman's criteria for right ventricular hypertrophy (Fig. 2) .
Despite broad-spectrum antibiotic therapy, diuresis, and digitalization, she died after cardiac arrest during the passage of a naso-gastric tube on the third day.
NECROPSY
The body weighed 40 kg. and the heart 440 g. From the external aspect, there was a persistent left superior vena cava draining the left internal jugular and subclavian veins and showing no vestige of an innominate vein. The innominate artery was greatly foreshortened to about 0 5 cm. in length and the aorta was uniformly hypoplastic, measuring 13 cm. in diameter. The right atrium received all three caval veins and the coronary sinus, and was itself greatly dilated and hypertrophied. The interatrial septum was placed very obliquely, being attached superiorly in the normal position, but inferiorly to the atrioventricular ring at the left of the mitral valve, so that the right atrium led directly into both atrioventricular canals (Fig. 3) . The left atrium was also hypertrophied and a little dilated and received all four pulmonary veins. It communicated with the right atrium via an oval atrial septal defect, 1 cm. in diameter, 0 5 cm. above the mitral valve ring, posteriorly. Otherwise the atrial septum appeared normal, containing a rather anteriorly placed fossa ovalis which exhibited flap-valve probe patency (Fig. 4) . There was a small Chiari net adjacent to the inferior vena caval orifice. Both atrioventricular valves showed deficiencies of their septal cusps, that of the mitral (anterior cusp) being represented by a thickened arcuate fold concave downwards, and that of the tricuspid by a small fibrous tag, 0*5 cm. in diameter, attached to the fibrous trigone. The right ventricle was hypertrophied to 0 9 cm. in thickness (Fig. 5) ; the left ventricular cavity was small and the wall measured 15 cm. in thickness. There were no demonstrable interventricular communications, and the ductus arteriosus was closed. The pulmonary and aortic valves and the main trunks of the coronary arteries 2N were normal. The pulmonary trunk was of normal dimensions, but recent and old antemortem thrombi filled medium-sized arteries in the left upper lobe and large and medium-sized arteries to the lower lobes of both lungs which contained multiple old and recent infarcts. There was thrombosis of the para-vaginal plexus and small adherent thrombi in the right atrial appendage, no doubt accounting for recurrent pulmonary embolism.
The liver and spleen were greatly enlarged and almost totally infarcted. Thrombo-emboli were impacted in the main hepatic and splenic arteries and in a branch of the superior mesenteric artery, Other evidence for paradoxical embolism consisted of: (1) However, the longevity of this patient may perhaps be attributed to the relatively benign haemodynamic situation found in such patients, namely a left-to-right shunt at atrial level and mild arterial oxygen desaturation without pulmonary hypertension. In the absence of studies during life these thoughts are admittedly speculative. Finally, the age of the patient, the presence of a well-formed foramen ovale in the atrial septum, and the absence of Mongolism dispose of the remote possibility that the anomaly was cor triloculare biventriculare with a separate chamber draining the pulmonary veins.
Whatever the haemodynamic situation present for the greater part of the patient's life, cardiac decompensation was undoubtedly due to a gradual rise in right ventricular pressure secondary to recurrent pulmonary embolism, and death was due to the combined effect of the latter and hepatic infarction.
